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Study on the screening and functional-mechanism of active parts
from Callicarpa nudiflora in the treatment of burns in rats

LUO Yu-chao,LIU Chen-peng, HANG Ming-hao,ZHANG Zhong,ZHANG Jun-qing, YAO Gui-wei "

Hainan Medical, University , Haikou 571119 ,China

Abstract: To screen the active fractions of \Callicarpa nudiflora in the treatment of burns and preliminarily study its action
mechanism,so as to provide a basis for future research. The scald model of rats was made by 90 “C hot water. With the size of
the wound, the characteristics of the wound, such as color, degree of hardness and softness, etc. as the indexes , the active parts
of Callicarpa nudiflora treatment of burns were screened by macroscopic and microscopic examination. The mechanism of ac-
tion was preliminarily studied‘by ELISA and Western blot. After entering the stage of tissue hyperplasia and remodeling, the
wound healing of petroleum ether group was the most remarkable than that of other groups; At the final stage of tissue hyper-
plasia , the epidermis and-dermis of petroleum ether group recovered the best and the scar was the smallest. the VEGF concen-
tration in the petroleum ether group was up-regulated significantly in the early stage ; In the petroleum ether group,the concen-
tration of VEGF increased significantly in the early stage,and the expression level of TGF-beta 1 was the lowest on the 21st
day. The active parts.in the treatment of burns were preliminarily speculated to be in the petroleum ether layer. The mecha-
nismof its effect.on burns might be that the early stage of the treatment of burns and scalds by Callicarpa nudiflora up-regula-
ted the expression of VEGF and down-regulated the expression of TGF-beta 1 at the later stage. This study provides proofs for
further research and application of Callicarpa nudiflora in the treatment of burns.
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Fig. 1  General observation of the wound
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Note; A. Model group B. Petroleum ether group C. Ethyl acetate group D. Butanol group E. Water extract group F. Water layer group G. SSD group.
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Fig. 2 Pathologic sec¢tions of wound: ( HE staining) in each group of rats
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Note : A. Model group B. Petroleum ether group C. Ethyl acetate group D. Butanol group E. Water extract group F. Water layer group
G. SSD group. ( Figure ACEG 200 x, Figure BDF 100 x).
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Table 1  Wound healing rate changes in each group ( X £ )
K HFRE R
. Percentage of residual wounds on a given day (% )
Time el TR SSD %@ﬁlﬁﬁ?ﬂ 7J<Eéﬁ IKAEH A Hom g
Model group  Ethyl acetate group ~ SSD group etroleum Water Water Model group
ether group layer group extract group
ERN 100.0 £0.0 100.0 £ 00 100.0 0.0 100.0 £0.0 100.0 0.0 100 £0.0 100.0 £0.0
ERPN 86.2+5.5" 88.3+3.1 87.5+3.1" 105.6 £7.0 101.7 £2.3 85.3+3.1° 102.6'+2.3
RPN 77.4+6.8" 74.2 £4.4" 78.0 +£4.4* 101.9 8.0 93.7 5.7 74.7 +4.4" 94.3 £5.7
ERVSN 55.4 7.1 54.9+6.0" 57.4+£6.0" 71.7+11.8 80.1+6.2 54.2°£6.0" 82.0+6.2
H15 K 25.5+4.9" " 27.3+4.0" " 28.5+4.0" " 39.1+1.8 53.4+7.1 24.8 +4.0" " 54.5 7.1
FH18 K 12.5+3.6" 15.05.2" " 17.6 £+5.2* * 31.3+3.2 35.4 4.1 12. V52"~ 36.8 4.1
%21 K 4.6+0.5" " 5.8+1.3" " 5.9£1.3" " 22.8£0.8 23.7£2.2 3.9+ 1.37 " 24.4 £2.2
MHan =T, 5B E, " P<0.05;% " P<0.01,
Note:n =7, Compare with control, * P < 0.05; " * P < 0.01.
2 MiEsh TGFBI \VECF MR (x5 )
Table 2 Concentration changes of TGF-B1 ‘and VEGF in serum( xts)
401 TGF-81 (ng/mL) s VEGF (pg/mL) #s
Group EEPS 14 K #21 R §1R 414 R 21 R
A1 EEZ Model group 84 +5 96 5 77 £6* 256 +7* 299 +33 256 +10
1E THEZH Ethyl acetate group 75 +4 92 +4 86 +5 218 +7 226 £5 229 +8
SSD 24 SSD group 97 +9 105 +8 99 £3 306 £51° 311 £36 316 £19
LR TG4 Petroleum ether group 93 7 82 5 100 =4 212 6 225 =5 266 +19
JKJZ 4 Water layer group 76 £6 95 +£3 103 £8 213 £6 255 £34 283 £22
JKIRIUI2H Water extract group 86 +5 98 +2 79 +8* 253 +7 293 £33 251 £10
HiHIZH Model group 95 +17 95+3 103 +38 202 6 223 £5 269 +19
Han =7, 5FAH L, * P<0.055* * P<0.01,
Note:n =7, Compare with control ,* P < 0.05; " * P <0.0l.
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